between individuals who continue smoking and individuals who have quit.  Smokers who have used only pipes or cigars did not appear to experience a substantially greater CHD risk than non-!         smokers.
!               The rapid decline in risk associated with smoking cessation
; and the greater relative risk for sudden death suggest that active ! smoking can precipitate cardiac events in individuals with preex-;         isting coronary artery disease. Autopsy evidence of increased arte-
'         riosclerosis in smokers, coupled with the fact that risk of exsmok-
;         ers never returns to the levels found in nonsmokers, suggests that
cigarette smoking is also implicated in the development of arte-I riosclerotic cardiovascular disease (ASCVD). The mechanism by ,         which cigarette smoke may lead to the development of chronic
i ASCVD, sudden death, or acute myocardial infarction is unknown. !         There appears, however, to be no threshold in the number of
cigarettes smoked below which there is no increase in risk.
i                Data on uptake of cotinine by nonsmokers exposed to ETS
|         indicate that the exposure in nonsmokers chronically exposed to
1         ETS is approximately 1% that of an active smoker (who smokes
,          one pack per day) (see Chapters 8 and 12). If the excess relative
:          risk for CHD mortality or morbidity is a linear, nonthreshold
function of dose and, further, if the excess risk of CHD in a one-
|          pack-a-day smoker is twofold, then the relative risk from CHD
in nonsmokers exposed to ETS (compared to true nonsmokers)
would be approximately 1.02. Such relative risks would be difficult
to detect or estimate reliably in nonexperimental studies.   Such
I          small increases in relative risk are of the same order of magnitude
I          as what might arise from expected residual confounding due to
unmeasured covariates. Nonetheless, because of the large number
of cardiovascular deaths each year, these possibilities deserve close
attention and further study that could lead to firmer estimates of
excess risk.
Studies of Environmental Tobacco Smoke Exposure and Mortality from Cardiovascular Disease
Garland et al. (1985) have reported that, in a prospective study of the effect of passive smoking, the age-adjusted rates of cardiac disease deaths in nonsmoking women whose husbands were former or current smokers were significantly elevated. It isr risl
